A sliding hiatal hernia may cause reflux oesophagitis due to incompetence of the cardia which accompanies this type of hernia (Allison, 1951 Barrett, 1950 . The oesophagitis may progress into peptic ulceration which destroys the oesophageal wall and results in fibrosis, contraction, and stricture formation. The contracted segment of oesophagus now holds the hernia permanently in the chest because shortening of the oesophagus has taken place.
When the acute inflammatory process has subsided after swallowing a corrosive fluid, the oesophageal wall becomes fibrotic and contracts, pulling up into the chest a pouch of stomach which we prefer to describe as a traction hiatal hernia. The fibrosed oesophageal wall usually remains open with a fixed and narrowed lumen.
The patient, having recovered from the intense dysphagia during the acute period, learns himself what he can swallow without difficulty through this narrow segment of oesophagus, and indeed he may continue so for many years without complaints.
During this time, however, reflux oesophagitis occurs in the lower segment of the oesophagus distal to the corrosive stricture, and in this lower portion produces a peptic stricture (Fig. 1) .
Many years may elapse after the apparent healing of a corrosive stricture before the patient again presents with dysphagia. He complains of dysphagia only when the peptic stricture becomes narrower than the corrosive stricture.
During the past 10 years, 10 patients (8 from Szeged and 2 from Leeds) have had surgical treatment for peptic stricture 20 to 50 years after they had a corrosive burn (Table) .
It is therefore our opinion that it takes this period of time for a traction hiatal hernia and peptic ulceration to develop.
All our patients have been treated by resection of the fibrotic segment of oesophagus and replacement by an interposed loop of jejunum or colon, except one who had a B type haemophilia and on whom we removed only the stenosed pyloric part of the stomach (Fig. 2) replacement of an interposed loop in nine patients, none has so far developed peptic ulceration at the site of the gastric anastomosis. One of us (J. I.) considers it important to anastomose the jejunum or colon to the posterior wall of the stomach, producing a good angle of entry. A considerable length of intestine is left below the diaphragm, which is compressed as the stomach fills and so prevents reflux. The loop is also isoperistaltic and this too prevents reflux (Allison, Wooler, and Gunning, 1957; Belsey, 1965; Merendino, 1960) (Figs 3, 4 , 5, and 6). 
